Secondly, the venous reconstruction, using a saphenous graft, played a considerable part in the salvage of this leg, which eventually became almost completely free from (edema.
Skin grafting of the area was not done at the first operation, but complete covering of the artery and vein grafts by muscle was achieved; the continuous drainage of the wound initially would probably have jeopardized a skin graft at this stage.
Finally, Mr Eadie suggested that all such cases of closed injury should be subjected, as early as possible after the accident, to angiography and surgical reconstruction.
Professor Harold Ellis said it was interesting that this patient had developed a mild Volkmann's ischaemic contracture. Although well recognized after arm injuries, this was often overlooked following fractures and vascular injuries in the lower limb. Patients with muscle wasting, clawed toes, hallux flexus and talipes were far from rare after leg trauma; these lesions were found in 9 out of 343 patients (2-7%) examined by Professor Ellis at the Royal Infirmary, Sheffield.
Hyperlipoproteinsmia and Arthritis (Two Cases) Rodney Bluestone" MB MRCP (Royal Postgraduate Medical School, London) Case 1 Mr H C, aged 50 History: For twenty-five years, classical podagra followed by episodic arthritis of knees, ankles and hands. For eight years, noted to have chronic swelling of several interphalangeal joints but no tophi. Serum uric acid 105 mg/100 ml. X-rays showed cystic erosions of distal interphalangeal and ankle joints (Fig 1) . Family history of gout in both grandfathers.
A presumptive diagnosis of primary gout was made and treatment begun with probenecid and colchicine. Investigations (May 1970): Biochemical screening revealed fasting serum triglyceride levels of 1,300 and 2,380 mg/100 ml, with normal cholesterol levels. Lipoprotein electrophoresis: gross excess of pre-p-lipoprotein and chylomicronsa ( Fig 2) (Dr B Lewis).
Subsequent clinical review revealed mild arcus senilis but no angina pectoris, and ECG was normal. Treatment with diet and oxymetholone brought the serum triglyceride down to 385 mg/100 ml within two months; anti-gout therapy was continued. May 1970: sudden onset of severe migratory pains, redness and swelling of ankles and then of knees.
On examination: Prepatellar soft tissue redness and cedema, followed later by synovial tendonsheath effusions around left ankle and in right palm. Pyrexia to 99-6°F (37 6°C).
X-rays showed no abnormality; no crystals were aspirated from the prepatellar area: Serum uric acid 4-7 mg/100 ml. Symptoms quickly settled on aspirin and have not recurred.
Comment: Endogenous hyperlipoproteinxemia (Fredrickson's Type II) and migratory synovitis.
Discussion
These two cases illustrate a poorly recognized but important manifestation of disordered fat metabolism. Essential hyperlipoproteinxmia may be complicated by several recognized types of arthritis.
Hyperurictmia is a commonly associated abnormality in patients with disorders of lipid metabolism, though its mechanism is obscure (Harris-Jones 1957). Thus secondary gout may complicate the hyperlipxmia, and may be exacerbated or precipitated by lipid-lowering agents such as nicotinic acid (L A Carlson, 1970, personal communication). Patient 1 probably had endogenous hyperlipoproteinxmia and secondary gout. However, elevated plasma triglyceride levels are common in patients with gout (Berkowitz 1964) and are not necessarily corrected by maintaining normouricaemia (Bluestone et al. 1971) . Indeed, there is no absolute way of distinguishing between endogenous hyperlipoproteinxmia with secondary gout, and primary gout with associated hypertriglycerideemia. The clinical picture, family history, lipid and urate levels, response to therapy and lipoprotein electrophoretic pattern are not conclusive for either disease.
Patient 2 illustrates the recently-described syndrome of recurrent synovitis complicating the severe homozygous hypercholesterolbmic state (Fredrickson's Type II hyperlipoproteineemia). The pathogenesis of this synovitis is unknown but it may be severe and even mimic rheumatoid disease (Khachadurian 1968) . Differentiation from secondary gout and rheumatic fever is important.
Lastly, xanthomatous involvement of joint surfaces, although uncommon, is recognized (March et al. 1957 ) and increased risk of femoral head necrosis in hyperlipxemic subjects has been noted (Pouletty et al. 1963) . Clearly, measurement of serum lipid levels and lipoprotein electrophoresis are essential investigations in some patients presenting with arthritis.
Phleochromocytoma of the Bladder J Silver MB MRCP, D Thomas Bchir MRCP, R Young PhD and R Hermon Dowling MD MRCP (for Professor R B Welbourn MD FRCS) (Departments ofMedicine and Surgery, Royal Postgraduate Medical School, Ducane Road, London W12) N S, aged 67. Housewife History: Since the age of 7, the patient had noticed gradually increasing numbers of cutaneous neurofibromataa diagnosis confirmed by biopsies. Her father, one of five siblings, and her twin daughters were also affected by neurofibromatosis.
For approximately five months before admission, the patient had attacks of weakness, palpitations and facial pallor which occurred either spontaneously or after micturition. She passed urine 3 or 4 times during the day and twice at night, but her attacks of weakness occurred only two or three times in each 24-hour period. There were no symptoms when her bladder was full. The
